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Differential Diagnosis
Only three main conditions have to be distinguished from the barium enema appearances of ischwvmic colitis -Crohn's disease, ulcerative colitis and carcinoma. Should the enema become normal without treatment the ischemic nature of the lesion is virtually certain. The site of the lesion at the splenic fiexure and the absence of rectal involvement in isck2emic colitis is much against both Crohn's disease and ulcerative colitis. The lesion in Crohn's disease often involves only part of the circumference of the colon and may show skip lesions and deep linear ulcerations, features not observed in ischaemic colitis. The changes of ulcerative colitis are maximal in the rectum and progress proximally to considerable shortening and uniformn narrowing; often fine ulceration of the affected part of the colon can be demonstrated.
This distribution and progression is not the rule in ischaemic colitis and the fine generalized ulcerations have not been seen. The polypoid change of ischmmic colitis may resemble the pseudopolyposis of proctocolitis but this is a late occurrence in the latter condition whereas it is probably the earliest change in the former.
The short ischamic stricture is the only variety likely to be confused with carcinoma but the 'shouldering' and 'half-shadowing' usually present in carcinoma are absent.
I do not suggest that it will be possible in all cases of ischaemic colitis to make a confident diagnosis but it can usually be done in conjunction with the clinical history. Histopathology ofIschsemic Colitis The post-mortem pathology of ischmmic colitis with gangrene has been described by McGovern & Goulston (1965) ; the appearances in surgical specimens are similar. Macroscopically the peritoneal aspect of the bowel is thickened and actively inflamed, sometimes with patches of gangrene. The gut wall is extremely friable and there may be megacolon. The mucosal surface shows extensive denudation of mucous membrane leaving residual islands of necrotic mucosa. The gross appearances may have some resemblance to fulminant ulcerative colitis except that ischemic colitis usually has a segmental distribution. Microscopically there is necrosis particularly affecting the mucosa, accompanied by hemorrhage into the tissues, cedema and the formation of intravascular thrombi; the latter are most prominent in the submucosa. The muscularis propria is little affected although it sometimes shows patchy necrosis. In some surgical specimens of acute ischmmic colitis the beginning of a reaction to the tissue necrosis can be seen with fibroblastic proliferation, inflammatory cell infiltration, and the formation of new blood vessels.
The principal features of ischkmic stricture of the colon or resolving ischmmic colitis are fullthickness loss of mucosa in the affected segment of bowel, with widening of the submucosa which is filled with white granulation tissue. The strictures are either short and fusiform, or long and irregular with sacculation of the gut wall mainly on the mesenteric aspect, or long tubular strictures with thickening of the gut wall and considerable narrowing of the lumen. The pericolic tissues sometimes show fibrosis butenlargementof the regional lymph nodes is not a usual feature. Microscopically, the appearances are essentially those of a resolving inflammation: in the areas of complete mucosal loss the floor of the ulcer is composed of vascular granulation tissue; the submucosa is widened and filled with an cedematous granulation tissue which consists of proliferating fibroblasts, a sprinkling of chronic inflammatory cells and some increase in the amount of collagen. Hemosiderin-laden macrophages are a prominent feature of the infiltrate in many cases. The muscularis propria shows patchy replacement and separation of its fibres by granulation tissue identical and continuous with that seen in the submucosa. The histology of ischxmic colitis with stricture resembles the appearances in the resolving stage of ischemic myocarditis (Mallory et al. 1939 ).
The histopathology of ischmmic disease of the colon is distinctive and can be differentiated from the appearances seen in other inflammatory diseases of the colon such as ulcerative colitis and Crohn's disease (Marston et al. 1966) . Mr Murray T Pheils (North West Surrey Hospital Group) The management of these cases in the acute phase is of considerable concern to abdominal surgeons. These patients become critically ill in a short space of time and require energetic resuscitation; in this, the correction of the metabolic acidosis and hyperkalmmia may be of some importance.
The question arises as to the best procedure to adopt after laparotomy. In some cases a proximal colostomy has been done but in future I would be in favour of immediate resection and exteriorization, if the patient's condition allowed. The patients who had preliminary colostomy did in fact survive and ultimately underwent elective resection. It would seem that if the condition is sufficiently advanced to require laparotomy, then the bowel will have been permanently damaged and ultimate resection is inevitable.
Mr H H G Eastcott (St Mary's Hospital, London) Acute infarction of the distal colon was the cause of death in 3 of my patients after aorto-iliac reconstruction, an incidence of approximately 1 %, which is the general experience. Subacute ischkmia is probably much commoner; bowel difficulties of a more or less severe degree occur in 10-15%; in fact they may even be present before the operation. There may be the radiological appearances of ischemic colitis and yet later, with clinical recovery, a normal barium enema picture.
The irreversible condition is difficult to diagnose among the early discomforts after such major surgery, sigmoidoscopy on the second day being the most reliable investigation, for the rectum is usually involved, contrary to what would be expected if the infarction were purely the result of inferior mesenteric ligation, which of course is always done in resecting an abdominal aneurysm. Much more important is the state of the internal iliac arteries: if they are occluded by disease or because of the type ofreconstruction employed the risk of distal bowel necrosis is very high; special steps should therefore be taken to ensure that at least one internal iliac artery remains connected to the main arterial stream to provide this essential collateral circulation from below.
What to do for the established condition is much more difficult. I cannot agree that colectomy is the only course; almost none of the published cases survived, possibly because the rectum is so often gangrenous well below the peritoneal reflection. When one explores these patients it is striking how well localized the sloughing hind gut has become, with no abscess or peritonitis. Experience of the sloughing iliac colostomy after abdominoperineal resection for carcinoma makes me believe that a transverse colostomy and drainage of the left iliac fossa may be safer in future cases.
One way in which chronic fibrosing or segmental ischmmia may occur as a result of surgery is after multiple resections for successive primary carcinoma: if a segment is used which has already lost its artery on an earlier occasion it may, as seen in one such case, develop a dense stricture at this point, though the anastomosis itself had healed securely.
